Introduction
Current views on the pathogenesis of psychiatric disorders focus on the interplay between genetic and environmental factors, with individual variation in vulnerability and resilience to hazards being part of the multifactorial development of illness (Wermter et al., 2010 ). An association between genetic and environmental liabilities for schizophrenia and bipolar disorder (BD), and cortical thickness, has been reported (Hulshoff Pol et al., 2012) together with an interactive effect on brain volume between genetic liability for schizophrenia and both obstetric complications and cannabis use (Geoffroy et al., 2013) . Among environmentally mediated causal risk processes adverse childhood experiences (ACE) have been shown to influence both physical and mental health (Felitti et al., 1998) and in patients with BD have been reported to affect both the onset and course of illness (Johnson and Roberts, 1995) . Exposure to physical, sexual, and emotional abuse in childhood is associated with earlier onset of BD, rapid cycling (Brodsky et al., 2001; Swann et al., 2005) , an increased likelihood of self-injurious behavior (Newport et al., 2002) , and higher severity and number of suicide attempts (Brodsky et al., 2001; Gladstone et al., 1999; Swann et al., 2005) . Moreover also exposure to certain types of parenting practices or to maltreatment during childhood increases individuals' vulnerability to mood disorders (Alloy et al., 2006) possibly altering permanently the stress response system, sensitizing individuals to later stress, and leading to early onset and severe course of the disorder (Post et al., 2001) . Recent brain imaging studies confirmed the possibility to explore in adult life the persistent neural correlates of adverse childhood experiences (ACE). Among healthy humans, the offspring of families marked by harsh parenting with overt family conflict and deficient nurturing ("risky families", RF) had higher activation of prefrontal cortex and reduced activation of limbic structures in response to an emotional task (Taylor et al., 2006) . Our group confirmed the functional and structural effects of these ACE on cortico-limbic structures of both healthy and schizophrenic subjects, as well as in the caudate head of obsessive compulsive patients (Benedetti et al., 2012) , and showed that differences in neural responses are paralleled by differences of gray matter (GM) volumes (Benedetti et al., 2011) . 
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